Sir,

Endoscopic endonasal surgery for skull base is an innovative technique to approach relatively inaccessible tumours. Control of bleeding by maintenance of stable haemodynamics is critical to avoid obscuring surgical landmarks and planes. Dexmedetomidine has emerged as a favourable option to be used in conjunction with other anaesthetic agents to provide predictable and dose-dependent haemodynamic control which ultimately translates in a clear operating field. In addition, it aids in reducing the requirement of volatile and narcotic drugs.\[[@ref1]\] We encountered a patient undergoing endonasal endoscopic surgery with dexmedetomidine infusion who developed intraoperative polyuria and associated electrolytic abnormality which subsided automatically once the dexmedetomidine infusion was discontinued. Informed consent from the patient was obtained from the patient for publication of this uncommon occurrence.

A 25-year-old female, American Society of Anesthesiologists 1 patient weighing 52 kg was posted for endoscopic endonasal excision of tuberculum sellae meningioma. Anaesthetic regimen included propofol, fentanyl, atracurium and sevoflurane in oxygen--air mixture (50:50) and dexmedetomidine infusion (loading 1 μg/kg for 10 min followed by 0.3--0.5 μg/kg continuous infusion). During the initial stages of surgery when tumour dissection had not even started, we noticed that the patient had a profuse urinary output of 925 mL. In the subsequent 3 h, the patient passed 1760 mL of urine. Blood glucose level remained normal during this period. Serum sodium levels showed an elevation from 138 to 146 meq/L. The patient received volume replacement with lactated Ringer\'s solution in accordance with the losses, and haemodynamics remained well-controlled. The surgery lasted for 6 h and the patient\'s urinary output was 3450 mL and she had received 4.5 L of crystalloid. The dexmedetomidine infusion was terminated 30 min before completion of surgery. At the end of the surgery, serum sodium had risen to 148 meq/L and urine osmolality had decreased to 270 mOsm/kg. Intraoperatively, the urine output totalled 4100 mL. After uneventful extubation, the patient was shifted to the intensive care unit (ICU) where her serum sodium was measured to be 152 meq/L. An urgent opinion from an endocrinologist was sought. However, after shifting the patient to the ICU, we observed that within 1 h there was a spontaneous and dramatic decrease in the urine production in the next 1 h. Serum sodium and urine osmolality were normalised on the second postoperative day. The patient was then shifted to the ward on the second day and was discharged in a stable condition after 5 days.

Among the drugs which the patient had received, none were well known to cause polyuria nor did she had any renal diseases. The patient remained normoglycaemic throughout, and urinary glucose strips were negative for glucosuria. Literature search revealed sporadic reports of spinal surgeries and mandibulectomy where dexmeditomidine was implicated for polyuria and electrolytic disbalance.\[[@ref2][@ref3][@ref4]\] Dexmedetomidine produces diuresis by inhibiting or reducing the effects of vasopressin, inhibiting renin secretion or secreting atrial natriuretic peptide.\[[@ref5][@ref6]\] This diuretic effect leads to polyuria, serum hyperosmolality and urine hypoosmolality.\[[@ref2]\] Previous reports implicating dexmedetomidine as a reason for polyuria had subjects exclusively undergoing spinal surgeries. Usually, patients undergoing spinal surgeries or spinal trauma develop excess urine output.\[[@ref7]\] However, our patient had an intracranial pathology in proximity to the pituitary gland. Diabetes insipidus following transnasal surgeries in the vicinity of pituitary is almost always considered following surgical insults triggering diabetes insipidus and responds to vasopressin/desmopressin administration. The anatomical proximity with pituitary might implicate a surgical injury and central genesis in the form of diabetes insipidus which commonly occurs intraoperatively, but in our case polyuria started well before the dissection of the tumour began and abated without the administration of vasopressin or desmopressin.

We admit that we could not measure the serum vasopressin levels intraoperatively which could have clinched the diagnosis, and thus the exact cause of polyuria still remains speculative. The procedure in this case being a suprasellar surgery created confusion in our minds regarding the occurrence of intraoperative/postoperative diabetes insipidus. But based on the clinical circumstances (clean surgery and spontaneous cessation of polyuria following stoppage of dexmedetomidine infusion without vasopressin or desmopressin) and literature support, it is highly probable that the polyuria could be attributed to dexmedetomidine. Clinicians should therefore be mindful of this entity and include it in their differential diagnosis of polyuria during surgical procedures.
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